numerary bronchus supplying a segment of pulmonary tissue known as the tracheal lobe. 4 In these cases bronchoscopy will show the normal position and trifurcation of the right upper lobe bronchus, allowing differentiation from the ectopic origin of a normal bronchus. For an accessory bronchus to be definitely designated as supernumerary it must be shown to supply lung parenchyma in excess of that normally encountered in the right upper lobe' which has previously required bronchography.34 Tracheal lobes may lie in an extralobar or intralobar position and usually have a vascular supply from the pulmonary artery.4 It is uncertain whether lung parenchyma supplied by an abnormal bronchus is intrinsically more susceptible to disease,' however, most patients with tracheal bronchi are asymptomatic and need no specific treatment.' " In some patients disease occurs in the lung supplied by a displaced or supernumerary bronchus, usually in the form of bronchiectasis.' Surgical excision of the involved segment has been necessary in such patients. 46 Our patient showed a true supernumerary One month after the start of chemotherapy the cough and fever had disappeared but the chest radiograph revealed two small bullae in the left lung (fig 1) . Follow up chest radiography showed a steady increase in the size of the bullae at two and four months. Six months after the start of chemotherapy the left hemithorax was almost totally replaced by a giant bulla with a shift of the mediastinum to the right (fig 2) . Antituberculosis drugs were continued for a total of nine months; two months after the start of chemotherapy the sputum was negative on smear and culture.
One year after the start of chemotherapy he developed hoarseness and a second fibreoptic bronchoscopic examination showed that the left vocal cord was paralysed and there was 90% stenosis of the left main bronchus with irregular mucosa. Several endobronchial biopsy specimens were taken and showed chronic nonspecific inflammation with no malignancy or granulomas.
A computed tomographic (CT) scan showed the left lung to be totally replaced by the bulla. Mediastinal windows showed no mediastinal lymphadenopathy. He was followed up for two years with no change on the chest radiograph or in spirometric values. The paralysis of the left recurrent laryngeal nerve persisted and the patient remained breathless on moderate exertion.
Discussion
Small cystic lesions of rapid onset (pneumatocoeles) are a rare but well documented complication of tuberculosis.'2 However, only 26 previous reports of bullae complicating tuberculosis were found, and in those reports the bullae regressed partially or completely on control of the infection.'
The formation of bullae was first recorded after the advent of chemotherapy for tuberculosis 45 years ago, and previous workers have attributed this to the "lytic" effect of isoniazid.3
Diabetes, which can exacerbate lung cavitation in tuberculosis,4 5 might have contributed to the two unique features of our case: the large size and the lack of regression of the bulla. We do not believe the paralysis of the recurrent laryngeal nerve was related to the presence of the bulla, but was probably the result of mediastinal tuberculous lymphadenopathy which had resolved by the time the CT scan was performed and is a documented cause for this paralysis.67
